Investigations in rabbits and humans have provided experimental evidence that autoimmune reactions play a major role in the initial stages of the development of atherosclerosis. These involve the infiltration of the arterial intima with T cells reacting with heat shock protein (hsp) 65/60 and the occurrence of anti-hsp 65/60 antibodies. This early immunologically mediated stage of atherosclerosis is still reversible but if additional risk factors, such as high cholesterol levels, come into effect, severe mostly irreversible lesions develop. The interest in autoimmune reactions possibly contributing to the pathogenesis of atherosclerosis emerged from our previous work on the role of an altered lipid metabolism for the declining immune response in the elderly on the one hand [1] and on spontaneous and experimentally induced animal models for organ-specific and systemic autoimmune disease on the other [2]. Trying to develop an experimental autoimmune model for atherosclerosis in normocholesterolaemic rabbits, we made the observation that immunization of this species with mycobacterial heat shock protein (hsp)-65-containing material, such as complete Freund's adjuvant (CFA), led to the development of inflammatory reactions at those sites of the aorta that are known to be predisposed for the occurrence of atherosclerotic lesions, e.g. after feeding a high-cholesterol diet [3]. A combination of hsp 65 immunization with a high-cholesterolcontaining diet entailed the most severe lesions exactly resembling those found in humans, including foam cells. In addition to the production of anti-hsp 65 antibodies, these rabbits also showed the expected high numbers of hsp-65-reactive T cells in their peripheral blood. However, the frequency of the latter was significantly increased in lesion-derived T cell preparations [4]. Interestingly, T cells derived from lesions of rabbits that were not immunized but only fed a high-cholesterol diet also showed an increased frequency of hsp 65 responders as compared to the peripheral blood. Rats, immunized 
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